Patients with lupus erythematosus (LE) frequently require systemic corticosteroid therapy and some of them also take non-steroidal anti-inflammatory drugs for arthritis or aspirin for thrombosis prevention. However, these drugs, especially if taken concomitantly, may significantly increase the risk of peptic ulcer, and proton-pump inhibitors (PPIs) are currently considered as first line prophylaxis to reduce this risk. The PPIs induce a pronounced and long-lasting reduction of gastric acid production, being the most potent inhibitors of acid secretion available today. In general, PPIs are well tolerated, although some recent reports have raised concerns about the possibility of LE induction due to intake of PPIs [1] [2] [3] [4] [5] [6] .
with ranitidine 150 mg bid was started. The therapy was continued for 4 weeks and then the corticosteroid dose was stepwise tapered. Complete clearance of skin lesions was noted within 4 weeks of the treatment. Two months later the patient was followed up in our department and neither clinical nor laboratory abnormalities were found. One year after the disease outbreak the patient still remains in complete remission, receiving no medicines.
Only 13 patients with PPI-induced LE (including our patient) have been described in the literature to date (Table I) . However, we suspect that the prevalence of this PPI-related adverse effect may be much higher, as most physicians are not aware of such possibility. This suggestion may be supported by the fact that even within LE reported in the literature, some of them were in fact diagnosed retrospectively to be PPI-induced [3] . (3 weeks) cyte necrosis, exocytosis and vacuolar degeneration of the basal layer 3 [2] 63/F Table I . cont.
8 [3] 51/F [6] The history of the first reported patient with PPIinduced (pantoprazole) LE differs significantly from the other described subjects, as initially (8 days after initiation of pantoprazole) phototoxic lesions were noted that cleared over a period of one month upon discontinuation of pantoprazole, but after another thirteen months discoid lupus erythematosus developed in the areas of the most intense phototoxic lesions [1] . Remarkably, the patient was proven to be anti-Ro positive at the time of phototoxic reaction [1] .
Importantly, all other patients demonstrated features of SCLE on the skin and only 3/12 have extracutaneous symptoms, usually of mild intensity. Interestingly, one patient with pre-existing systemic LE developed cutaneous lesions typical for SCLE upon exposure to PPI (Table I) .
Although we could not exclude that the described patients only represent an accidental coexistence of SCLE with PPI intake, several features favor a causal relationship between these two events. Firstly, a close temporal relationship between the introduction of the suspended drug and onset of SCLE lesions ranging from 3 weeks to 4 months was observed in the majority of patients. Such delay of clinical symptom appearance is typical for drug-induced SCLE. In one patient SCLE developed as early as 3 days after pantoprazole intake, but it could be assumed that rapid skin lesion development might be related to the re-challenge of PPIs, despite previous history of pantoprazole-induced SCLE [3] . Furthermore, even with substantial immunosuppression no improvement could be achieved unless the accused drug was discontinued. Upon discontinuation of PPIs a rapid complete remission was usually noted (Table I) . Only in patient 1 with discoid lesions did some residual skin symptoms remain [1] .
Interestingly, none of the reported subjects was positive for anti-histone antibodies, which are linked to drug-induced SLE. On the other hand, most of the patients (11/13) had anti-Ro antibodies. Taking this phenomenon into account, we would like to support the proposal by Bracke et al. [2] , who suggested the need to modify the criteria for druginduced SCLE by changing "the presence of antihistone antibodies" to "the presence of anti-Ro antibodies".
In conclusion, currently available data indicate that PPIs may induce LE in predisposed patients. However, this warning is only based on case reports. Therefore, prospective studies should be performed in the future to reliably assess the true relationship and prevalence of this PPI-related phenomenon.
